METHODS
Seventy-two 1 day old Hy-line cockerels were obtained from a certified hatchery and reared in a battery brooder. Upon receipt in the laboratory, these chicks were divided into three groups of 24 birds each. As indicated by the experimental regimens (table 1), substitution of 0.9 per cent saline solution for drinking water (group 1) and addition of up to 8 per cent salt to the mash. (group 2) were used to induce hypertension. [16] [17] [18] [19] [20] The effect of this hypertension upon atherogenesis was assayed by comparison with a control group of chicks (group 3).
Chicks were weighed weekly throughout the experiment. Blood pressures were determined serially after 8, 12, 17, 25 and 35 weeks on the experimental regimens. They were recorded in unanesthetized, quiescent chicks by direct puncture of a sciatic artery. At 8, 12 , and 35 weeks, systolic and diastolic pressures were optically recorded with a Hamilton manometer.21 At 17 and 25 weeks, mean blood pressures were read off a mercury manometer.
Comb size indexes were obtained periodically, using established methods for this measurement.22 * After 35 weeks of experimental feeding, birds from each group were killed by decapitation and exsanguination. At sacrifice, plasmas from individual chicks were collected and analyzed for total cholesterol by the method of Schoenheimer and Sperry. 23 At autopsy, all the viscera were examined and the gross findings recorded. The hearts and great vessels were carefully inspected for evidence of gross atheromatous plaques. Specimens from chicks of the three groups were mixed indiscriminately and examined consecutively as unknowns. Lesions, if any, were recorded graphically on special forms and graded grossly 0 to 4 according to criteria previously described.24 Formalin-fixed sections were prepared and stained with hematoxylin-eosin or Sudan IV.
RESULTS
Blood Pressures. The average of the blood pressures for the control (group 3) Hy-line cockerels (163/138 mm. Hg) was somewhat higher than that previously recorded in Leghorns in this laboratory (132/117 mm. Hg).16' 25 A majority of birds in both groups receiving salt (groups 1 and 2) exhibited significant elevations of blood pressure by the eighth week after institution of the experimental had a blood pressure elevation of this order (chick ' 409, group 3, table 3) .
Findings in Aorta. The gross gradings for aorta atherosclerosis are presented in detail in table 3 and summarized in table 4. The morphology of the aorta lesions in all groups was typical of chick spontaneous atherosclerosis. 14' 15, 27 Lesions were confined to the abdominal aorta. No thoracic aorta lesion of the cholesterol-induced type was observed in either hypertensive or normotensive birds. Over-all comparison of the three groups reveals no significant differences in incidence and severity of atherosclerosis (table 4A-all birds). Further analysis, comparing only the hypertensive birds of experimental groups 1 and 2 with the normotensive controls (table 4B) , reveals a higher incidence of spontaneous aorta atherosclerosis in the hypertensive chicks, particularly in the birds receiving saline (group 1). In view of the size of groups and the known range of variability in the incidence of spontaneous atherosclerosis in control Thor. is thoracic aorta. Abd. is abdominal aorta. B.P. is blood pressure in mm. Hg. The three groups had practically identical plasma total cholesterol levels (means and ranges) at the end of the study. These were in accord with established norms for this value.27 Apparently the experimental regimens had no effect on plasma total cholesterol concentration. Data on water intake, weight gain, and excretory pattern in the experimental groups were essentially in accord with previous reports on similarly treated chicks, as were also the remaining necropsy findings. ' In cholesterolized rabbits, hypertension t similarly increases the incidence and severity of cholesterol-induced atherosclerosis.3' 35-37 Animals in these experiments are slightly to severely hypercholesterolemic.
These studies call to mind Aschoff's statement: "From plasma of low cholesterol content no deposition of lipids will occur even though the mechanical conditions are favorable."38
They suggest that hypertension, per se, is not a cause of atherosclerosis. Rather it acts only in an auxiliary way to accelerate and aggravate atherogenesis induced by other factors, particularly alterations in lipid metabolism.' 10, 27, 30, 39 SUMMARY 1. "Salt" hypertension has little or no effect on spontaneous atherogenesis in the abdominal aorta of chicks fed mash without a cholesterol supplement.
2. In such birds 'salt" hypertension dos not lead to the development of gross lesions in the thoracic aorta of the cholesterol-induced type.
